, and yet prominent in medium-to-large budded cells and 4]. In addition, haploids polarize chemotropically during newly divided cells in early G1 (panels 3-6). These differmating. In response to pheromones, they undergo cell ences in Axl1 signal are not due to any obvious changes in Axl1 protein levels during the cell cycle ( Figure 1D ).
in haploids could suppress the defects associated with bud10⌬ haploid. In the absence of both BUD10 and RAX1, haploid cells exhibited a predominantly random loss of other axial bud site selection genes. As detailed in Table 1 , loss of RAX1 not only was able to suppress pattern of bud site selection (Table 1) . To summarize, loss of RAX1 restores axial budding to haploids that axial budding defects of an axl1⌬ strain but, surprisingly, was also able to suppress the defects associated with lack AXL1, BUD3, or BUD4 but not to those lacking BUD10. These results suggest that Bud10 is absolutely loss of either BUD3 or BUD4. Loss of RAX1, however, was unable to suppress the axial budding defect of a required for maintenance of the axial budding pattern 
